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Ozet

Amag: Helikobakter pilori (HP) toplumda yaygin olarak goriilen, peptik il-
ser hastaligl ve malignitelerle iliskili gram negatif bir bakteridir. Dispeptik
sikayetlerle bagvuran hastalara yapilan endoskopik biyopsi sonucu HP sikli-
g1 ve intestinal metaplazi birlikteligi incelenmistir. Gereg ve Yontem: Siverek
Devlet Hastanesi Genel Cerrahi Poliklinigine Kasim 2013-Ocak 2015 tarihle-
ri arasinda medikal tedaviye direncli dispeptik sikayetlerle basvuran hastala-
ra yapilan gastroskopi sonuglari ve antrumdan alinan biyopsi sonuglari ret-
rospektif olarak incelendi. Patoloji sonuclari HP degerlendirmesi icin Giemsa,
intestinal metaplazi degerlendirmesi icin PAS-AB ile degerlendirildi. Bulgular:
Toplam 682 hasta degerlendirildi. Hastalarin 304 i erkek, 378'i kadin has-
taydi, yas ortalamasi 38,22 (+14,64); en geng hasta 18 yasinda, en yasli has-
ta ise 88 yasindaydi. Yapilan endoskopik degerlendirme sonucu 555 (%81,4)
antral gastrit; 81 (%11,9) pangastrit; 6 (%0,9) ilserovejetan kitle tespit edil-
di. Patolojik olarak 469 (%69,6) kronik aktif gastrit; 201 (%29,5) kronik inak-
tif gastrit; 6 (%0,9) adenokarsinom tespit edildi. 475 (%69,6) hastada HP; 56
(%8,2) hastada intestinal metaplazi, 11 (%1,6) hastada ise atrofi oldugu go-
riildii. Adenokarsinom tespit edilen 6 hastanin 4’tinde (%66,6) HP varligi gos-
terildi. HP olan hastalarin 48’inde intestinal metaplazi birlikteligi goruldi; 8
hastada ise intestinal metaplazi varliginda HP gorilmedi. Helikobakter pilo-
ri varliginda intestinal metaplazi olmasi istatistiksel olarak anlaml bulun-
du (p: 0,006). Tartisma: Helikobakter pilori midede yiiksek oranda prekanse-
roz lezyon olan intestinal metaplaziye yol acabilmektedir. Genel cerrahi pra-
tiginde medikal tedaviye direngli dispeptik sikayetleri olan hastalar daha dik-
katli degerlendirilmelidir.

Anahtar Kelimeler
Helikobakter Pilori; Intestinal Metaplazi; Dispepsi; Adenokarsinom

Abstract

Aim: Helicobacter pylori (HP) is a common gram negative bacteria associ-
ated with peptic ulcer disease and malignancy. In this study we evaluated
the co-occurrence of helicobacter pylori and intestinal metaplasia (IM) in pa-
tients with dyspepsia. Material and Method: We retrospectively evaluated
the gastroscopy and antral biopsy results of patients that were admitted
to Siverek Government Hospital general surgery outpatient clinic with dys-
pepsia between November 2013 and January 2015. Pathology samples were
investigated with giemsa for HP and with PAS-AB for intestinal metaplasia.
Results: We evaluated 682 patients (304 men, 378 women) with a mean
age of 38.22 +14.64 years (range 18-88 years). We diagnosed 555 (81.4%)
with antral gastritis, 81 (11.9%) with pangastritis, and 6 (0.9%) with ulcero-
vegetant tumoral lesion. Based on pathology we diagnosed 469 (69.6%) with
chronic gastritis, 201 (29.5%) with inactive chronic gastritis, and 6 (0.9%)
with adenocarcinoma. HP was detected in 475 (69.6%) patients, intestinal
metaplasia was detected in 56 (8.2%) patients, and atrophy was seen in 11
(1.6%) patients. HP was detected in 4 (66.6%) of the 6 patients with adeno-
carcinoma. In 48 patients with HP, intestinal metaplasia was also found. In
8 patients with intestinal metaplasia, HP was negative. Co-occurrence of HP
and intestinal metaplasia was statistically significant (p: 0.006). Discussion:
HP promotes intestinal metaplasia. The prevention and treatment of HP pre-
vents precancerous lesions. In particular, patients with dyspepsia resistant to
medical treatment should be examined carefully in general surgery practice.
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Introduction

Helicobacter pylori (HP) infection is associated with atrophic
gastritis, intestinal metaplasia (IM), and intestinal type gastric
cancer. Atrophic gastritis following long chronic inflamation
due to HP progresses to IM, displasia, and gastric adenocar-
cinoma [1]. Early diagnosis and treatment of patients with HP
is crucial for prevention of precancerous lesions. Randomised
controlled trials reported that eradication of HP prevents pre-
cancerous lesions and gastric adenocarcinoma [2]. The few
meta-analyses conducted have shown only that HP eradication
is not sufficient to prevent gastric adenocarcinoma in patients
with intestinal metaplasia and displasia [3]. Early diagnosis and
eradication of HP before the development of precancerous le-
sions has an important role in gastric cancer prevention. Since
WHO and IARC (International Agency for Research on Cancer)
have defined HP as a group 1 carcinogen, HP eradication has
become more important [4,5].

Half of the population of the world is infected with HP and
gastric adenocarcinoma is seen in 75% of these patients [6,7].
Peleteiro et al. showed in their prevalence study that incidence
of HP infection has increased in every decade in which it has
been tracked [8]. In recent years the prevalence of the disease
has increased significantly in developing countries like Turkey.
In the 2003 TURHEP study, HP infection prevalence was found
to be 82.5% in people older than 18 years [9]. Since the prev-
alence is higher, early diagnosis and eradication are become
more important for our country.

As a consequence of chronic HP infection, diffuse antral gas-
tritis (DAG) or multifocal atrophic gastritis (MAG) evolves. As
pathogenesis of the infection is not clear yet, the progression
of lesions cannot be predicted. In patients who develop DAG,
there is more acid secretion and duodenal ulcers are more com-
mon. Hypoacidity is seen in patients who develop MAG, and IM
is more common [10]. In our study, we aim to detect HP infec-
tion in patients with dyspepsia and to evaluate the IM rate due
to HP.

Material and Method

We evaluated the patients admitted with dyspepsia to Sanhurfa
Siverek Government Hospital general surgery outpatient clinic
between November 2013 and January 2015. We included the
patients who had gastroscopy. We retrospectively investigated
gastroscopy findings and antral pathology reports. Pathology
samples were investigated with giemsa for HP and with PAS-
AB for intestinal metaplasia. Statistical analysis was done us-
ing the SPSS 21.0 package.

Results

We evaluated 682 patients (304 men, 378 women) with a mean
age of 38.22 +14.64 years (range 18-88 years). Inflamation
was detected in 677 (99.3%) patients. There were pathologic
findings in 455 of these patients (66.7%). We diagnosed 555
(81.4%) with antral gastritis, 81 (11.9%) with pangastritis, and
6 (0.9%) with ulcero-vegetant tumoral lesion. Based on pa-
thology we diagnosed 469 (69.6%) with chronic gastritis, 201
(29.5%) with inactive chronic gastritis, and 6 (0.9%) with ade-
nocarcinoma. HP was detected in 475 (69.6%) patients, intesti-
nal metaplasia was detected in 56 (8.2%) patients, and atrophy

was seen in 11 (1.6%) patients. HP was detected in 4 (66.6%)
of the 6 patients with adenocarcinoma. In 48 patients with HP,
intestinal metaplasia was also found. In 8 patients with intes-
tinal metaplasia, HP was negative (Table 1). Co-occurrence of
helicobacter pylori and intestinal metaplasia was statistically
significant (p: 0.006) (Table 2).

Table 1. Co-occurunce of HP and intestinal metaplasia

Intestinal metaplasia Total
negative positive negative
Helicobacter Pylori negative 199 8 207
positive 427 48 475
Total 626 56 682
Table 2. Statistical evaluation
Value df  Asymp. Exact Exact
Sig. Sig. Sig.
(2-sided) (2-sided) (1-sided)
Pearson Chi-Square 7,450 1 ,006
(b)
Continuity Correction(a) 6,645 1 ,010
Likelihood Ratio 8,475 1,004
Fisher’s Exact Test ,006 ,003
Linear-by-Linear 7,439 1 ,006
Association
N of Valid Cases 682
Discussion

Chronic HP infection plays a particular role in intestinal type
gastric carcinogenesis by promoting atrophic gastritis, intesti-
nal metaplasia, and displasia [11]. These precancerous lesions
are important risk factors for gastric adenocarcinoma [12].
In 2006, The American Society for Gastrointestinal Endosco-
py (ASGE) reported that routine surveillance programmes for
intestinal metaplasia are difficult to implement, but they are
important and useful in patients at high risk for gastric can-
cer [13]. The cost effectiveness and feasibility of these surveil-
lance programmes are still debatable. Zullo et al. recommend
endoscopic surveillance for patients with gastric atrophy and
intestinal metaplasia once every three years [14]. Because early
gastric cancer is usually asymptomatic, 75% of patients are
admitted to the hospital in the late stages [15].

Atrophic gastritis, intestinal metaplasia, and displasia are pre-
cancerous lesions for gastric cancer. Previous studies have
shown that HP infection promotes progression of these precan-
cerous lesions [16]. After the publication of reports with similar
results, WHO defined HP infection as a class 1 carcinogen. HP
infection is reported to increase the risk of gastric cancer by a
factor of 2.8 [17]. In HP patients with certain genotypes, the risk
of intestinal metaplasia is higher [18]. HP eradication is impor-
tant because intestinal metaplasia progresses to displasia and
gastric cancer. After IM development, mucosal acidity changes
and HP colonisation decreases, at which point HP eradication
stops being useful [19]. Although local healing following IM can
be seen in the antrum, there was no healing in the corpus in
some reports [20]. In type 3 IM patients, the gastric cancer in-
cidence is 28% [21]. In the literature, HP eradication has been
shown to be important in gastric cancer prevention [22]. In a
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study by Sari et al., 36.31% of 9239 patients were proven to
be HP positive by CLO test [23]. In our study we performed gas-
troscopy in 682 patients; histologically we diagnosed HP in 475
(69.6%) of them. In eastern Anatolia, Olmez et al. detected 560
IM in 4050 patients [24]. In our study we investigated IM devel-
opment in HP positive patients and diagnosed IM in 48 of 475
HP positive patients. Co-occurrence of helicobacter pylori and
intestinal metaplasia was statistically significant (p: 0.006).

In line with other reports, in our study we also detected that
HP promotes IM. If HP is positive serologically or histologically,
before the development of precancerous lesions, HP eradica-
tion should be done to prevent gastric cancer. In HP positive
patients, IM may be the irreversible stage in cancer progres-
sion. Thus, HP positive patients need close monitoring and ag-
gressive treatment. For prevention of gastric cancer, further
studies concerning the healing of IM by HP eradication should
be conducted.
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